The M variant of encephalomyocarditis virus is very closely related serologically to five other strains of encephalomyocarditis virus. Despite the serological relationship, these five viruses differ markedly from the M variant in their tissue tropisms and only the M variant infects beta cells of the pancreas, producing diabetes.
Encephalomyocarditis virus (EMC) has been recovered from a variety of animal sources. Although somie of these isolates have been named separately, they have been difficult to differentiate serologically (3, 5, 7) . The M variant of EMC virus is unusually interesting because of its ability to infect pancreatic beta cells in mice and to cause a syndrome similar to human juvenile diabetes mellitus (2, 4) . The E variant of EMC, which was isolated from the same source as the M variant, also may cause diabetes (8) Adult male NIH mice, obtained from our mouse colony, were allowed free access to food and water throughout the study. Blood glucose levels were measured using a glucose oxidase assay on blood obtained from the retro-orbital venous plexus (2 Antibody to the M variant of EMC was harvested from mice infected 3 weeks earlier with 500 PFU of virus; antibody to Mengo virus was harvested from guinea pigs 3 weeks after a single intraperitoneal infection with 1,000 PFU of virus. Neutralization titers were determined by incubation of 400 PFU of virus in a volume of 0.2 ml with an equal volume of serial twofold dilutions of serum for 1 h at 37 C. Fifty percent reduction in the number of plaques served as the end point.
Antibody to the M variant of EMC was used for all immunofluorescence studies (6 nonlethal infection in adult mice infected with 500 PFU of virus. However infection produced hyperglycemia or abnormal glucose tolerance tests in about 70% of the mice. In contrast, all of the other strains of EMC killed the vast majority of the animals, even with as little as 10 PFU of virus. The deaths occurred between 3 and 10 days after infection. None of the mice surviving the infection manifested either hyperglycemia or an abnormal glucose tolerance test. Moreover, mice dying of infection showed no evidence of hyperglycemia when it was possible to measure glucose levels before death.
Because high mortality made it difficult to measure glucose levels, damage to pancreatic islets also was assessed by immunofluorescence and histopathology (Table 2 ). Mice infected with the M variant of EMC showed large amounts of viral antigen in the pancreatic islets and lesser amounts of viral antigen in the myocardium. These immunofluorescence findings correlated well with the amount of tissue damage seen in sections obtained with hematoxylin and eosin. No viral antigen was detected in Many factors, including genetic differences among strains of mice (1, 2) , are known to affect the development of diabetes after infection with the M variant of EMC. In the present study, we have used only male NIH mice; whether the beta cells of other strains of mice 
